Parathyroid hormone measurement I read with interest the comments exchanged by Professor Swaminathan and Dr Wood 1 ,2 in relation to Dr Wood's comprehensive review of the subject. 3 A central issue was the question of whether or not PTH levels increase as a function of age. Both authors referred to a study" in which my co-authors and I found that approximately 50% of a group of elderly patients with femoral neck fractures had elevated circulating PTH concentrations. We suggested that such a situation could arise from a variety of causes including relative deficiencies of calcium and/or vitamin D as well as deteriorating renal function. In his letter, Professor Swaminathan rebukes Dr Wood for quoting our results without drawing attention to the fact that control subjects were not included in the study. He goes on to cite unpublished observations made in comparison with age matched controls which would appear to conflict with our findings.
Unlike scientific experiments, the process of growing old offers no potential for control. Indeed, it is meaningless to suggest that someone who has not fractured their femoral neck can serve as a control for someone who has. It is important that data acquired in relation to elderly patients be considered in relation to changes that are actually taking place rather than by comparison with what we would like to happen.
In this regard, I am puzzled by Professor Swaminathan's insistence that PTH rises as a direct consequence of age. In his letter, he cites a previous study in which a significant correlation was observed between PTH and age in Chinese women.' However, he follows the reference with the statement 'This effect of age on PTH concentration was significant even after taking into account the decline in glomerular filtration rate' .
The argument is flawed for several reasons. First, linear regression analysis may indicate a relationship between two observed parameters, though this in itself does not justify the extrapolation to cause and effect. Secondly, the study quoted did not take into account changes in glomerular filtration rate since GFR was not measured. Where accurate information regarding renal function is required, serum creatinine concentrations are not acceptable. A recent study of our own" highlighted the problem of elevated PTH in elderly subjects and indicated that this occurred almost exclusively in patients with a GFR below 50 mL/min as measured by SlCr_ EDTA clearance. The importance of correct assessment of GFR is emphasized by the observation in our study that 23 of the patients who had a 'normal' serum creatinine (< 120 ILmol/L) actually had a reduced GFR (< 80 mL/min). If the same discrepancy was present in Professor Swaminathan's study, it could well invalidate the 'correction' applied to his PTH/age correlation.
Thirdly, the statement that PTH increased by O' 26 pmol/L per decade is not supported by the data. Though Professor Swaminathan's paper did not provide the basic correlation data, it is easy to see that essentially two distinct populations were studied. Approximately, half the patients were over 60 years old, while only nine were in the 40-60 group. The statistical information given on the 19-40 age group (22' I ±O'4 years) indicates that around 90% of the group were aged 23 or less. It is not uncommon in regression analysis that two widely separated groups will provide a statistical correlation. The suggestion that there is a trend between the groups is untenable.
It is my belief that hyperparathyroidism is not an inescapable consequence of old age but has a cause, whether it be calcium/vitamin D deficiency or reduced renal function. In the case of renal impairment, hyperparathyroidism probably compensates for reduced renal 1,25-(OHh vitamin D synthesis." While an increase in circulating PTH is not the main factor responsible for bone mineral loss in the elderly, it is undesirable that there should be a situation causing increased bone turnover in people who are in negative calcium balance. It is better to identify the problem and treat it, rather than regard it as just another inconvenience of growing old. There is no reliable evidence to support the suggestion that hyperparathyroidism in the elderly is a consequence of old age and old age alone. J S WOODHEAD Department of Medical Biochemistry, University of Wales College of Medicine, Heath Park, Cardiff CF4 4XN, UK
